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DD3: A NEW PROSTATE SPECIFIC MARKER, OVEREXPRESSED IN PROSTATIC TUMORS 
Marion JG Bussemakers, Adrie van Bokhoven, Ning Ru* William B Isaacs*. Urology Research Laboratory, 
University Hospital Nijmegen, The Netherlands, •Brady Urological Institute, Johns Hopkins Hospital, Baltimore Maryland 

In order to identify genes differentially expressed during prostate cancer development, we applied the 
technique of differential display analysis using mRNA from normal, benign hyperplastic and tumor 
prostatic tissue from the same patients. We thus identified DD3, which on Northern Wot detects two 
transcripts that are specifically expressed in human prostatic tumors whereas no expression of these 
transcripts is found in normal or BPH tissue. Nucleotide sequence analysis of DD3 did not reveal an 
open r ading frame nor did we find homology with any known gene. Isolation of additional DD3-related 
cDNA and genomic clones allowed a further characterization of the transcription unit of DD3 and 
revealed that alternative splicing occurs, which may be the mechanism giving rise to the differently sized 
transcripts. Using the DD3-related genomic clones as probes, we were able to map DD3 to 
chromosome 9q21-22, a region which (by CGH) was shown to be amplified in a number of prostatic 
tumors, suggesting that overexprcssion of the gene may be a result of gene amplification. Upon 
developing primers for RT-PCR, we were able to show thai DD3 expression is very prostate specific 
since no DD3 transcripts could be detected in normal human artery, breast, bladder, colon, duodenum, 
heart, kidney, liver, lung, pancreas, seminal vesicles, skin, spleen or testis. Also in the human prostate 
cancer cell lines LNCaP, Dul45, PC3 and TSU no DD3-related PCR product could be amplified. Wc 
are currently investigating whether we can use RT-PCR analysis of DD3 to detect prostate cancer cells 
in the peripheral blood of patients with metastatic disease. Furthermore, we will try to gain insight in 
the function of DD3 and its role in prostate cancer development. __________ 
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